A patient with congestive cardiac failure owing to severe bradycardia had a transvenous cardiac pacemaker inserted, resulting in complete alleviation of the cardiac failure. Later, however, the pacer became displaced high into the superior vena cava, where it ceased to pace the heart but instead stimulated the right phrenic nerve. Consequently the rapid movement of the right hemidiaphragm pressing on the dome of an increasingly congested liver, for about one week before hospital admission, was associated with an unusually elevated LD5 (lactate dehydrogenase, EC 1.1.1.27) activity in the serum.
An increased activity of serum LD5, the slow-moving isoenzyme, is a sensitive and nearly specific indication of hepatocyte damage (1) . Increase in LD5 activity may be observed when the total serum LD activity is within normal limits, but usually the total serum LD is also elevated. This is the case in liver hypoxia, which is a common sequela of severe congestive cardiac failure, when elevations of up to twice the upper limit of normal may be seen (2 His heart rate was 60/mm and ECG showed no cardiac response to the pacer stimulus. On monitoring, the heartbeat showed variable rates of between 40 and 75/mm. Chest roentgenogram showed marked bilateral pulmonary congestion and the tip of the transvenous pacemaker high in the superior vena cava. In this position the pacemaker had been stimulating the right phrenic nerve, which lies directly lateral to the superior vena cava (3) . The patient denied that he had been twisting the battery pack of the pacemaker but the pacemaker wire was wrapped around the generator.
He was given intravenous digoxin and furosemide and a temporary transvenous pacemaker was inserted, pacing the heart at 80/mm. On the evening of 6 April he developed ventricular fibrillation.
In The LD electrophoretogram, performed on agarose (see Figure 1) , showed a very high LD5 value. The values listed were corrected for substrate depletion in the isoenzyme assay,1 giving values of LD1 6%, LD2 6%, LD3 6%, LD4 10%, and LD5 72%.
Autopsy Report ( We have only been able to find a single case report (4) of a patient with severe congestive cardiac failure after myocardial infarction with su#{233}h a marked (75.3%) rise in LD5, and this was associated with a serum LD activity of 60 times the upper limit of normal, aspartate aminotransferase activity of 290 times the upper limit of normal, and numerous hepatic necrotic loci. Our own experience and those of others (2) indicate that only a modest rise in serum LD5 usually results from congestive cardiac failure. We postulate therefore that the rapid movement of the right hemidiaphragm induced by the displaced cardiac pacemaker is responsible for the marked LD5 elevation, by pressing on the dome of the congested liver. A similar elevation is noted after handling the liver during abdominal surgery (5) .
